INTRODUCTION
Benign paroxysmal positional vertigo (BPPV) is known as the most common cause of vertigo [1] . Under normal conditions, angular acceleration of the head initiates movement of endolymph in the semicircular canals (SCC), thereby causing deflection of hair cells embedded in the cupula [1] . In BPPV, otoconia in the utricle become detached and enter the SCC. This makes the SCC gravity-dependent and a change in head position therefore elicits rotational vertigo [1] .
Otoconia displacement is most commonly seen in the posterior SCC (88.4%) [2] . Posterior SCC BPPV is diagnosed with the Dix-Hallpike test. BPPV is classified as either canalolithiasis or cupulolithiasis. Posterior canalolithiasis is common and causes upbeat and rotational nystagmus. The nystagmus typically lasts up to one minute and latency ranges from a few seconds up to 30 seconds [1, 3] . Posterior SSC BPPV is successfully treated with the Epley maneuver. Over 90% resolves with one or two treatment sessions [4] . Canalolithiasis is thought to be easier to treat [1] .
A mathematical model incorporating fluid dynamics indicates that latency is a result of several factors. Nystagmus occurs when the otoconia reaches the narrow point in the SCC, as otoconia in the ampulla has no effect on fluid pressure. The time it takes for the otoconia to reach this point depends on both its size and starting position in the ampulla. Extremely long latencies may be explained by otoconia adhering to the wall caused by viscous interactions between them. Based on these factors, the aforementioned model finds it prudent to hold each position for 30 seconds when performing canalith repositioning procedures (CRP) [5] .
Clinical findings differing from the above might be due to more complicated pathologies such as multiple canal impairment, bilateral BPPV, subjective BPPV or even central pathology.
Some cases of posterior BPPV are refractory to treatment [1, 6, 7] .
In all cases, further investigation is required.
CASE REPORT
A 67-year-old male was referred to the Department of (Fig. 2A) . No impairment of the remaining five SCCs was found. Bithermal caloric testing was performed (Fig.   3 ). Nystagmus was induced bilaterally with the expected fast phase directions. However, nystagmus on the right side showed markedly less intensity with both warm and cold air compared to the left side (unilateral weakness 37%).
DISCUSSION

Initially the patient was treated for BPPV involving different
SCCs. It is very likely that the patient initially had multiple-canal BPPV [9] vertigo are cerebrovascular disorders, migraine, multiple sclerosis and central positional vertigo/nystagmus (CPVN) [11] . CPVN was also considered but ruled out. Nystagmus seen with CPVN is typically purely vertical and without any latency [1, 11] .
However, this patient had classic peripheral nystagmus compatible with right-sided posterior canalolithiasis and had no prior history of inner ear disease. The extremely long latency observed was however very unusual and has not earlier been described. Nystagmus was only elicited by the Dix-Hallpike test and the Epley maneuver during which the patient consistently experienced vertigo and nausea without vomiting.
Furthermore, a Brain MRI and several other tests and examinations ruled out CPVN and other central disorders [1, 6, 11] .
Several factors affecting latency might explain the extremely long latencies observed. As mentioned in the introduction, latency is a result of otoconial size and starting position in the ampulla and also viscous interactions between the wall and the otoconia. Major structural abnormalities of the SCCs were ruled out after a normal temporal bone MRI-scan was done.
Increased otoconial size increases viscous interactions between the wall and otoconia, thereby extending the time needed for otoconia to reach a point in the SCC where it exerts a fluid pressure sufficient enough to elicit nystagmus. It has been suggested, that BPPV refractory to treatment might be due to structural abnormalities in the SCC [7] . Larger otoconia fall more quickly and causes nystagmus with shorter latencies [5] .
Knowing this, very small otoconia would theoretically be able to cause nystagmus with very long latencies. However, it seems unlikely that this mechanism is responsible for latencies lasting up to five minutes. Extremely long latencies caused by otoconial size might therefore be hypothesized to be due to very In rare cases an association between BPPV and abnormal v-HIT has been described [12, 13] . However, the v-HIT examination of the right posterior SCC might not be truly patho- Based on this discussion we speculate that the patient's vertigo was caused by BPPV and that the extremely long latency observed was a result of otoconial size and/or otoconia adhering to the inner SCC wall. In patients with a history highly suspective of BPPV, but with vertigo presenting minutes after a positional change, one should bear in mind, that an extended Dix-Hallpike test might reveal atypical BPPV occurring after extremely long latencies.
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